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(Suppl.), 31-1s in the press Gibson, Q 1979) . Glucose was absorbed from the human mouth apparently by a Na+-dependent carrier-mediated process (Manning & Evered, 1976) . The aim of the present study was to investigate whether aspirin also inhibited glucose transport across buccal mucosa.
Absorption of D-ghiCOSe from the human mouth in vivo was studied in the absence and presence of aspirin (acetylsalicylic acid) at pH 6 by a published method (Manning & Evered, 1976) . Equimolar citric acid was substituted for sodium citrate in the buffer solution and 3.5 mM-CaCI, was added. D-Glucose was measured enzymically (Dahlqvist, 1964) . Absorption, measured as a loss from the buccal cavity, was at an initial concentration of IOmM-glucose. This value was on the upper linear portion of absorption rate in relation to glucose concentration (Manning & Evered, 1976) . The results given in Table 1 show that aspirin inhibited glucose absorption from the buccal cavity of a male human adult aged 22 years. By comparison, aspirin at 10 and 20mM inhibited transport of 40 m~-glucose across everted sacs of rat small intestine by 62 to 70% (Cooke et al., 1979) . It is probable that buccal mucosa is permeable to aspirin, presumably in its un-ionized form. Salicylic acid and salicylamide were absorbed from the human mouth at pH6 in vivo (Sprake, 1977) . There are two likely hypotheses to account for aspirin inhibition of glucose absorption across gastrointestinal mucosa. 
